This study sought to demonstrate the prevalence, mechanism, and electrocardiographic and electrophysiological characteristics of upper septal idiopathic left fascicular ventricular tachycardia (US-ILVT).
Talib et al. Table 1 .
Left Upper Septal VT remaining 6 patients, those morphological changes developed after previous RFCA session(s) at the LPF vicinity, which resulted in new or deepening Q waves in the inferior leads and/or appearance of or deepening S waves in lead I and/or aVL (Table 1, Figure 1 ). 
As shown in
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Purkinje potentials ( Figure 3B , left panel). During common ILVT, a diastolic potential (P 1 ) and presystolic potential (P 2 ) were seen ( Figure 3B , middle panel). Whereas P 1 was recorded earlier from the proximal than from the distal electrodes, P 2 was recorded earlier from the distal than from the proximal electrodes. His-bundle potential was recorded after the onset of the QRS complex (negative H-V interval). During US-ILVT ( Figure 3B , right panel), P 1 was recorded earlier from the distal than from the proximal electrodes, whereas P 2 was recorded earlier from the proximal than from the distal electrodes, similar to that during sinus rhythm. His-bundle potential preceded the onset of the QRS complex by 32 ms, which was shorter than that during sinus rhythm (45 ms). Figure 3C 
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Talib et al. -7), to the best of our knowledge, this is Tables 1 and 2 . 
created a slow conduction area and provided a substrate for re-entry resulting in the US-ILVT.
ECG CHARACTERISTICS OF UPPER SEPTAL ILVT.
The QRS morphology during this VT was quite characteristic, with a narrow QRS complex and either an identical QRS configuration to that of sinus rhythm or an incomplete RBBB configuration, and the limb leads exhibited either normal axis or right axis Figures 1 to 3 . 
MECHANISM OF THE TACHYCARDIAS AND CIRCUIT
DIAGRAM. Overwhelming evidence suggests that ILVT is caused by a re-entrant circuit incorporating the Purkinje system with an excitable gap and a slow conduction area (8, 9) . To demonstrate the VT circuit in US-VT, the patient mentioned in Figures 3 and 4 is taken as an example. During sinus rhythm, the conduction propagated antegradely (proximal to distal) generating a pre-systolic Purkinje potential (P 2 ) followed by the ventricular activation ( Figure 3B , left panel). During common ILVT, the activation propagated antegradely from the basal to the apical site on the LVS ( Figure 3B , middle panel). On the other hand, in US-ILVT, the activation sequence of P 1 was from the distal to proximal septum, whereas the activation sequence of P 2 was from the proximal to distal septum, similar to that during sinus rhythm ( Figure 3B , right panel). Talib et al.
Taking these findings together, the hypothetical circuit of the US-ILVT is depicted in Figure 5 . During sinus rhythm ( Figure 5A ), the sinus impulse propagates antegradely down the LPF giving rise to P 2 then the activation goes from P 2 to P 1 at the point of fusion; therefore, P 1 is buried in the local ventricular activation (8) . During common ILVT ( Figure 5B ), P 1 and P 2 are activated in the reverse direction, which explains why the activation sequenced of P 2 is reversed during sinus rhythm and VT. We suggest that the US-ILVT ( Figure 5C ) is a "reverse common" or "fast-slow" 
